Introduction
Many different methods have been developed for identification of living and dead cells, based on differential uptake or intracellular processing ofdyes. These methods have involved the use of colored dyes such as trypan blue, eosin, nigrosin, or fast green (Weisenthal et al., 1983b; Bhuyan, 1976; Tennant, 1964; Eaton et al., 1959; Kaltenbach et al. , 1958) , or fluorescent dyes such as fluorescein diacetate, acridine orange, erythrosin B, diamidinophenylindol, ethidium bromide, or propidium iodide (Jones and Senft, 1985; Krause et al., 1984; Tanke et al., 1982; Sodenstrom et al., 1977; Edidin, 1970; Rotman and Papermasten, 1966 Pavlik et al., 1985; Bohmer, 1984; Wallen et al., 1983; Stohr and Vogt-Schaden, 1980; Horan and Kappler, 1977) . Bohmer (1984, 1985 et al., 1985) . This mechanism requires that dye-saturating conditions exist before P1 dilution but not after dilution. If this were the mechanism, then permeabilization of the cells by other agents, such as Triton X-100 (TX), would give similar results. Figure  4 shows that TX treatment causes both the dead and the permeabilized living cells to have approximately the same P1 concentrations, despite the addition of P1 at high concentration before cell permeabilization. The P1 concentration in the dead cells after dilution with TX-PBS was the same as that following dilu-
iion with E'IOH-PBS. The difference between TX and E'IOH treatment was that the P1 staining of the ETOH-permeabilized living cells was significantly less than that of the TX-penmeabilized living cells ( Figure  5 ). The effect of E'IOH treatment therefore appears to be related to an interference of P1 binding to the living cells. Stohn et al. (1980) (Shapiro, 1985; Baker, 1958) . There has been some controversy over the appropriateness of dye exclusion assays in predicting cell death (Roper and Drewinko, 1976, 1979; Bhuyan et al., 1976; Warters and Hofer, 1974; Yuhas et al., 1974) , particularly in chemosensitivity assays. Wallen et al. (1983) 
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